One explanation is that Cdk5 is not the sole factor in vivo to mediate ACh-induced dispersion. Muscle depolarization and subsequent increase in intracellular calcium could stimulate various kinases including PKC and CaMKII (Schaeffer et al., 2001). It is possible that one of the kinases is involved in regulating AChR clusters in vivo.
What is the destiny of the receptors that are scattered from AChR-rich sites in nonsynaptic areas? Are they recycled to form AChR clusters in the synaptic region? At NMJs in living adult mice, blockade of neurotransmission decreases the half-life of the AChRs and causes their endocytosis (Akaaboune et al., 1999) . Dispersed AChRs reaggregate at the junction once neurotransmission is restored. It is unknown whether the dispersed AChRs in developing muscles undergo endocytosis. A key question here is whether such dispersal is a prerequisite to the formation of new clusters. 
